A 67−year−old man with alcoholic liver disease underwent esophagogastroduo− denoscopy (EGD) as follow−up to gastric ulcer. Eleven months earlier he had been hospitalized because of hematemesis and melena. The EGD noted a bleeding gastric ulcer at the lesser curve of the gastric an− trum (l " Fig. 1 ). Subsequently, following endoscopic hemoclipping, he was treated with a proton pump inhibitor (PPI) for 1 month. Thereafter he remained well. However, he was lost to follow−up, and treated intermittent epigastric pain with self−prescribed antacids. Eight months later, he revisited our hospital due to per− sistent epigastric pain. EGD showed an ul− cerative lesion in the same area as before (l " Fig. 2 ). Over the next 3 months he ex− perienced intermittent episodes of epi− gastric soreness; however, generally he was much improved over his previous condition and intermittently took antac− ids. EGD performed 11 months after the first endoscopy, revealed an accessory py− loric canal on the lesser curve of the an− trum, where the ulcer had been observed previously. The gastric antrum and bulb had become connected by two openings separated by a septum, which is an ac− quired complication of recurrent gastric ulcer (l " Fig. 3 a) . The scope could enter the duodenal bulb through either the py− loric or the accessory canal (l " Fig. 3 b) . The prevalence of double pylorus is re− portedly about 0.02 % to 0.4 % [1, 2] . Most of the fistulas were located on the lesser curve aspect of the gastric antrum and duodenal bulb. For ulcers in these loca− tions, the route of penetration enters the superior aspect of the duodenal bulb. In most cases, double pylorus is an acquired complication of ulcer diseases [2, 3] . However, some cases have been reported in which double pylorus was evidently a congenital anomaly [1] . This rare case shows serial endoscopic findings of recur− rent gastric ulcers that led to the forma− tion of a double pylorus. 
